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Skin window preparations have been increasingly used to study the cellular inflammatory response in a variety of haematological conditions (Ghosh et al, 1973) but little attention seems to have been given to the surface features of cells in this situation. This report describes a method which has been developed for studying skin window cells with the scanning electron microscope (SEM).
Material and methods
Skin window preparations are made on the anterior aspect of the forearm, using a method already described in detail (Ghosh et al, 1973 After fixation for 45 minutes the coverslip is transferred to another Petri dish containing sterile, particle-free distilled water and washed for about 10-15 minutes. It is then slowly dried by being left in a wet chamber overnight.
Handling of the coverslip in the above procedures is facilitated by placing it immediately after removal in a small metal cap with holes punched in it.
Received for publication 26 February 1976 After drying, the coverslip is mounted on an SEM stub with high conductivity paint (DAG 915) and the specimen is coated with 60/40 gold/palladium in a vacuum coating unit on an orbital jig (Balzer micro BA3).
The specimen is examined in a scanning electron microscope (Cambridge S4 at 10 kV using a viewing angle of 450).
Parallel preparations can be obtained from a second abrasion on the same forearm and examined by light microscopy, using the method already described (Ghosh et al, 1973) .
Results and discussion
With the method described consistent appearances are obtained. The figure illustrates the features of macrophages at 48 hours. To the best of our knowledge, SEM techniques have not previously been used in published studies of the cellular inflammatory reaction in skin windows. The particular advantage of the technique is that it enables the surface of cells to be examined in what is effectively an in vivo environment.
Certain technical points appear important. To avoid artefact it has been found essential to prevent the specimen drying prior to fixation. Washing of the specimen with saline at this stage prevents drying and gives a cleaner background. Following fixation and washing, slow drying in a wet chamber Figure SEM (Polliack et al, 1973) can be used with the present method, but special facilities are required.
Preliminary observations using the method indicate its potential value in studying cellular function in the inflammatory reaction in patients with malignant blood disorders and other disease states. 
Letters to the Editor Rheovirus and E. coli in infantile enteritis
The recent article by Bishop et al (1976) reports inconclusive results which may be interpreted in different ways. These authors studied an outbreak of acute enteritis in the neonatal wards of a Melbourne hospital; 32 babies were at risk and 15 developed diarrhoea. Escherichia coli 0111. H21 was found in 11 babies with diarrhoea and in five of those without diarrhoea, while a reovirus-like agent was found in eight babies with diarrhoea and in three without diarrhoea. On the basis of these results the authors conclude 'that the epidemic was primarily caused by infection with the reovirus-like agent' and they 'do not consider that the strain of E. coli 0111 isolated in this study was primarily implicated in the aetiology of the epidemic'. E. coli 0111 was isolated three days before the onset of diarrhoea in two babies, coincident with onset in four babies, and seven days after onset in one baby. In four cases the relation of acquisition to onset of symptoms was not determined. On the basis of these observations it was concluded that 'Isolation from rectal swabs (of E. coli 0111) did not correlate with the presence and absence of symptomatic illness'. No attempt was made to relate the acquisition of reoviruslike particles to the onset of symptoms. The authors seem willing to apply the principles of epidemiology only in support of the pathogenicity of reovirus. However, the same principles should be applied to enteropathogenic E. coli, and the evidence from this outbreak could suggest equally well that E. coli 0111 was an epidemic agent.
Dr Bishop and her colleagues failed to demonstrate enterotoxin production by the strains of E. coli O1 l.H21 and use this finding in support of their conclusion. However, enterotoxin production should not be considered as the sole criterion of enteropathogenicity. We have studied epidemic strains of E. coli from welldocumented, notorious outbreaks of infantile enteritis in the United Kingdom and none of these strains could be shown to produce enterotoxin using the infant mouse and the Y1 and CHO tissue culture systems (Gross et al, 1976) . Nevertheless there is good epidemiological evidence to support the aetiological role of these epidemic strains in the outbreaks. We consider that this epidemiological evidence establishes the enteropathogenicity of the strains which we studied, and the failure to demonstrate enterotoxigenicity does not invalidate this conclusion. These strains may produce enterotoxin at a level below that detectable by the current test systems or may produce an enterotoxin which differs qualitatively from the enterotoxin detected by these tests. Alternatively, enterotoxin may not play a part in the pathogenesis of infantile enteritis caused by enteropathogenic E. coli.
It is an admirable aim to search for new causes of disease but it is a dangerous policy to minimize the importance of established pathogens. Bacteriologists must remain alert to the danger of outbreaks of infantile enteritis due to E. coli; those involved in the Teesside (Lancet,. 1968; British Medical Journal, 1968) , Manchester (Jacobs, 1969; Jacobs et al, 1970) , and Glasg:w (Rowe and Gross, 1971; Love et al, 1972; Kennedy et at, 1973) outbreaks are well aware of the virulence of some strains of E. coli. 
